motor palsy characteristically occurs with aneurysms of the posterior communicating artery at the time of rupture or rapid enlargement.2 Pupillary dilatation without external ophthalmoplegia was reported in a case of Payne and Adamkiewicz3 in which the mydriasis was present for two weeks before surgery and persisted after operation. Pupillary dilatation may precede other signs in third nerve compression due to uncal herniation as the pupillomotor fibres are situated in an arc superficially on the superior surface of the nerve.4 Acute hydrocephalus was present in our patient, but there was no coincidental deterioration in his conscious level, neurological state, heart rate or blood pressure. However, oculomotor nerve compression at the tentorial hiatus may have been the cause of the transient mydriasis in the patient reported here, as ventricular dilatation is a known complication following subarachnoid haemorrhage and is caused by blockage of arachnoid villi by blood and breakdown products.@ Unilateral pupillary dilatation may occur with seizures,6 but in such cases the mydriasis is accompanied by conjugate deviation of the eyes and occurs during or immediately following the seizure. In our case it occurred 16 A left parietal burr hole was made and pus was aspirated from the hemisphere. Antibiotic therapy was continued for three months and the patient made a full recovery once again.
Neurological complications are recorded in about 30 % of cases of pulmonary arteriovenous fistulae.3 Hypoxaemia and polycythaemia may predispose the patient to headache, convulsions and transient ischaemic attacks. The incidence of cerebrovascular accidents in one series of pulmonary arteriovenous fistulae was 6 %.4 Embolism of thrombus formed in the fistula has been reported once.7 A cerebral arteriovenous malformation may occur in hereditary haemorrhagic telangiectasia,8 but the co-existence of pulmonary and cerebral arteriovenous malformation has not been reported. Air embolism from the fistula following a bout of haemoptysis has been reported in one case. 9 Cerebral abscess is an important complication. The mechanism of formation is probably similar to that in congenital cyanotic heart disease. The resistance of the brain to infection may be compromised by hypoxaemia and polycythaemia and by-pass of the pulmonary capillary bed by the fistula, may allow paradoxical septic embolism. The relative importance of these factors is disputed but the rarity of sepsis elsewhere when brain abscess complicates either pulmonary arteriovenous fistula or cyanotic congenital heart disease suggests that the brain is some way predisposed to infection. The commonest symptom of pulmonary arteriovenous fistula is exertional dyspnoea. However, 56% of one large series were asymptomatic.4 Cyanosis and clubbing are classical features but are not always present. A bruit may be heard overlying the fistula and is usually well localised. It may be continuous or systolic and is made louder by inspiration.3 Pulmonary arteriovenous fistulae are strongly associated with hereditary haemorrhagic telangiectasia'0 11 and the characteristic skin lesions may suggest the possibility of underlying pulmonary arteriovenous fistula. However, in hereditary haemorrhagic telangiectasia pulmonary arteriovenous fistula and complicating brain abscess may develop before the skin lesions.12 Polycythaemia develops consequent on arterial hypoxaemia but may be masked by bleeding. Most pulmonary arteriovenous fistulae appear on the chest radiograph. They are usually well circumscribed round or lobular lesions lying near the pleura, more commonly in the lower zones.14 The feeding vessels may be seen connecting them with the hilum. Tomography may help discern these features, and pulmonary angiography will almost invariably demonstrate the fistula. In our patient the diagnosis of pulmonary arteriovenous fistulae was unusually difficult. She was asymptomatic and had no physical signs of pulmonary arteriovenous fistula except mild cyanosis, which was overlooked until attention was drawn to it by complications after surgery. She was only marginally polycythaemic and her chest radiograph was normal. The diagnosis was suggested by persistent hypoxaemia and confirmed by pulmonary angiography.
In previous reports of brain abscess complicating pulmonary arteriovenous fistula characteristic clinical and radiological features had led to the recognition of the fistula prior to the development of an abscess.1' 12 14-17 In some cases cyanotic congenital heart disease had been suspected.2 1417 Recurrent brain abscess in a patient with pulmonary arteriovenous fistula stresses the importance of the association, but this is rare. One previous report described recurrent brain abscess as a complication of pulmonary arteriovenous fistula and hereditary haemorrhagic telangiectasia.18 In that case telangiectasia and an abnormal chest radiograph suggested the diagnosis and the serious implication of the skin lesions was emphasised. This unusual case is reported as it clearly demonstrates the predisposition to brain abscess that pulmonary arteriovenous fistulae carry and illustrates how difficult detection of the fistulae can be. It is tempting to speculate whether a proportion of hitherto idiopathic cerebral abscesses might have similar underlying pathology.
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